**Abstract 1032** *Poster Session IV, Tuesday, 5/4 (poster 91)*

Virus induced cytokine responses appear to contribute to the pathogenesis of viral respiratory disease. Reactive oxygen species are important mediators of this virus-induced cytokine elaboration. Previous studies with RV have found that viral attachment to ICAM-1 and subsequent replication is neither necessary nor sufficient to stimulate cellular oxidative stress and IL-8 elaboration. The purpose of these studies was to determine the source of the cellular oxidative stress following challenge of cells with RV, RSV or CV. All experiments were done in human embryonic lung fibroblast cells and IL-8 concentrations were measured in cell culture supernatants collected 6 hours after challenge. Pretreatment of cells with rotenone (mitochondrial toxin), allopurinol (xanthine oxidase inhibitor) or ibuprofen (cyclooxygenase inhibitor) had no effect on either RV replication or RV-induced IL-8 elaboration. IL-8 concentrations (pg/ml) after treatment with the NADPH oxidase inhibitors DPI or phenylarsine oxide (PAO) were as follows: [(Table)](#Tab1){ref-type="table"} RV titers in supernatant media collected 48 hours after challenge were 10^3.8^ TCID50/0.2 ml in control cells compared to 10^0.5^ and 10^0.75^ in cells treated with DPI and PAO, respectively. Similar inhibition of virus replication was also seen following challenge with RSV and CV. Pretreatment of cells with MnTBAP, a cell permeable superoxide dismutase mimetic, inhibited RV-induced IL-8 elaboration but had no effect on RV replication suggesting that viral replication is independent of oxidative stress. The results of these studies suggest that virus-induced oxidative stress and IL-8 elaboration by these common respiratory pathogens depends on a DPI-inhibitable process that may also play a role in viral replication.Table 1No caption
